Introduction

Klinefelter syndrome (KS) which is first described by
, is a common cause of man infertility characterized by small testes, gynecomastia, and hypogonadism with high levels of follicle stimulating hormone. It is genetically defined as the presence of extra X chromosome (47, XXY) with prevalence of one in 500 to 1,000 man (1, 2) . Non-disjunction of the paternal sex chromosomes or maternal meiotic error is the defined reason for this chromosomal anomaly (2) . Although (3, 4) . Leydig cell dysfunction is manifested as small testes (<4 cm 3 ) , azospermia, and infertility in puberty and only approximately 25% of cases are diagnosed, most of them are diagnosed in adulthood (5, 6) . Venous thromboembolism risk is reported to be moderately increased in KS due to decreased androgen and increased estrogen levels. This can be partly explained by the reverse relationship between PAI-1 and testosterone levels (7, 8) and the prothrombotic effect of estrogens even at low levels (9) T a b l e 1 . Co a g u l a t i o n P a r a me t e r s a n d Ge n e t i c An a l y s e s (25) . Obesity is another important risk factor for venous thromboembolism (26) . Circulating procoagulant microparticles which are the fragments from the plasma membrane have been claimed to be responsible for the increased venous embolism risk (27) .
Thus, according to recent studies, atherosclerosis and venous thromboembolism share some common risk factors such as age, diabetes, obesity and hyperlipidemia, metabolic syndrome, the association and its clinical importance is not clear (28) . Also in the study of Linnemann et al, diabetes, obesity, smoking and hypercholesterolemia were not found to be related to venous thromboemolism recurrence (29 
